analysed the expression of three groups of genes in airway tissue, including genes associated with innate immunity (CD14, TLR2, TLR4, TLR6,  TLR10, NOD1, NOD2); Th2-cell differentiation (GATA3, FOXP3, TBX21,  IL4, STAT6, IL12B) ; epithelial biology (CCL24, CCL26). The specific genes with abnormal expression were further studied for functional expression and promoter methylation status.
expression in these genes. Similarly, a consistent change of NOD1, TLR4 and FOXP3 protein expression was found in the developmental groups, and these protein contents remained similar between infection and control groups. Additionally, the CpG methylation in the promoter of NOD1 and TLR4 was significantly affected by development, negatively correlating with its mRNA level for TLR4 (r = −.416, P = 0.043).
Conclusion:
The increased risk of airway injuries in later life of preterm infants is likely due to prematurity per se, rather than the infectious factors associated with preterm delivery. The underlying mechanisms are related to developmental regulation of innate immunity genes, partially through DNA methylation. Background and Aims: Obesity is a metabolic disease that increases the risk of multiple lung disorders. It is well-known that chronic inflammation plays an important role in the pathogenesis of obesity. Particularly, α7 nicotinic acetylcholine receptor (α7nAChR) mediates cholinergic anti-inflammatory signaling pathways that inhibit synthesis of cytokines and control inflammatory responses. However, it remains unclear whether and how the expression levels of α7 nAChR in lung are affected in the obesity model mouse.
Methods: Here we developed a mouse model of diet-induced obesity with high-fat diet (HFD), and we investigated the morphological changes of lung and measured the proportion of related cells and α7 nAChR+ cell population in these subpopulations, the expression levels of α7nAChR simultaneously in normal condition and LPS-induced lung inflammation by using multicolour flow cytometry approached.
Results: We found that the subpopulation of α7 nAChR+ cells existed in neutrophils, monocytes, alveolar macrophages and pulmonary interstitial macrophages. The proportion of CD45+ cells in the lung of obese mice without LPS stimulation is higher than that in normal mice. The proportion of alveolar macrophage subpopulation in obese mice without LPS stimulation is higher than normal mice. The expression level of α7 nAChR in α7 nAChR+ pulmonary interstitial macrophages was increased in obese mice that were stimulated with LPS compared with normal mice. Methods: The aim of this study was to investigate the clinical comparison between MCAP and CAP due to Streptococcus pneumoniae (SCAP). Pneumonia patients with evidence of radiographic pulmonary infiltration and aged over 20 hospitalized between May 2014 and April 2018 were enrolled. All data were retrospectively collected from medical records.
Patients with bed-ridden status, residents in nursing home, or more than two microorganisms were detected from sputum, were excluded.
Results: During the study period, 144 MCAP and 138 SCAP patients were identified. MCAP patients were more frequently admitted in the winter season compared with SCAP patients (P < 0.01). In addition, MCAP patients were significantly higher age (the mean age was 74.9 vs 66.4; P < 0.01), had higher pulmonary underling diseases such as bronchiectasis (P < 0.01), asthma (P < 0.01), and interstitial pneumonia (P < 0.05), and also were under home oxygen therapy (P < 0.01). Diagnostic concordance rate between sputum smear on Gram-stain and bacterial cultivation was lower in MCAP patients compared with SCAP patients (78.5% vs 88.4%; P < 0.05). In radiological findings, bronchopneumonia pattern was predominant in MCAP than PCAP subjects (95.1% vs 65.2%; P < 0.01). On the other hand, developed a chill and co-infection with Flu were common in PCAP patients (P < 0.01). There was no statistical significant difference both length of treatment and hospital stay in these two groups (P = 0.65 and 0.94, respectively) . No patients died in both groups. 
